Small cysts of Rathke's cleft which are asymptomatic are common (Bayouini, 1948; Shanklin, 1951) . Occasionally, however, they may produce both neurological and endocrinological symptoms (Frazier and Alpers, 1934; Berry and Schlezinger, 1959; Fager and Carter, 1966; Giuffre and Gagliardi, 1968; Shuangshoti et al., 1970; Ringel and Bailey, 1972) (Fig. 3 ). This was lined by simple cuboidal epithelium with occasional patches of ciliated columnar cells (Fig. 4) (Bardin et al., 1967) , and by the undetectable basal TSH levels which rose subnormally after TRH (Fleischer et al., 1970) , while the RAI uptake did respond briskly to exogenous TSH. Along with these lesions, the presence of growth hormone deficiency indicated by the lack of response to insulin hypoglycaemia (Rabkin and Frantz, 1966) was expected. There were no clinical signs, however, of the secondary hypo-adrenalism, demonstrated by the low baseline steroids which rose with exogenous ACTH, and the subnormal tetrahydro compound S response to metyrapone (Liddle et al., 1959) . Preoperatively water metabolism was normal, but the patient developed partial diabetes insipidus immediately after operation, achieving on deliberate dehydration a maximum urinary osmolality of 512 m osmol/kg (Miller et al., 1970) . This was presumably due to pituitary stalk damage at the time of operation, and had disappeared after nine months.
The prognosis for Rathke's cleft cysts is in general excellent. Characteristically, the disease progresses slowly and may remain stable for long periods of time (as in this case). The current therapy advocated is drainage with liberal opening of the wall (Fager and Carter, 1966) and only two recurrences have been reported (Ringel and Bailey, 1972) . Therefore, before complete removal of any pituitary tumour is performed initial biopsy and examination of a frozen section is advocated to exclude this benign condition.
Histopathologically, the presence of ciliated columnar epithelium, forming cyst-like spaces with mucin material intracellularly and in the contents of the cyst, is diagnostic of so-called Rathke's cleft cysts (Berry and Schlezinger, 1959) .
The embryological origin is controversial. The most commonly held view is that the cysts derive from Rathke's pouch epithelium (Frazier and Alpers, 1934; Shanklin, 1951; Berry and Schlezinger, 1959; Fager and Carter, 1966; Giuffre and Gagliardi, 1968; Ringel and Bailey, 1972) , but the possibility that some may take origin from neuroepithelium cannot be easily rejected (Shuangshoti et al., 1970 ).
An unexpected finding in the present case was amyloid deposition in relation to the cyst. This is apparently rare. A solitary previous case report was found where amyloid was described in a chromophobe adenoma following radiation therapy in a dosage of 4,500 rads (Barr and Lampert, 1972) . Amyloid may also occur in the pituitary in primary familial amyloidosis with polyneuropathy (Portuguese type) (Lampert, 1968) . There was no evidence of this condition in our patient.
The amyloid we describe stained negatively for tryptophan and tyrosine. This is a feature of 'apudamyloid' distinguishing it from the more common 'immunamyloid' (Pearse, 1972) associated with abnormal immunoglobulin production. Apudamyloid is known to occur in a select group of endocrine tumours including medullary carcinoma of the thyroid, islet cell tumours of the pancreas, pheochromocytoma, foregut carcinoids, and carotid body tumours (Lampert, 1968; Pearse, 1969 Pearse, , 1974 . rhese tumours have similar staining properties, histochemistry and histology. Furthermore, they have the potential for peptide hormone production and apudamyloid may represent fragments of these peptides (Pearse, 1972) . There is now strong evidence that these close relationships are explained by a common origin of the cells involved from the primitive neural crest (Weichert, 1970) .
Our findings therefore suggest that neural crest cells may participate in the development of Rathke's cleft cysts. Alternatively the apudamyloid may represent retained peptide hormone Here the 'c' and 'm' cells producing ACTH/MSH could be implicated since they are also considered to be neural crest derivatives (Pearse, 1974) .
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